The classical work of Goldenberg et al. (1948) and Barcroft & Starr (1952) in healthy volunteers, demonstrated that intravenous (i.v.) infusion of adrenaline (over 5-35 minutes) reduced diastolic blood pressure and peripheral resistance (a,-receptor mediated vasoconstriction being more than balanced out by R2-receptor mediated vasodilatation), but increased systolic pressure and heart rate (fl-receptor mediated and reflex effects). By contrast, noradrenaline infusion increased peripheral resistance, diastolic and systolic pressure (a-receptor mediated vasoconstriction) and reduced heart rate (reflexly). During prolonged (1 hour) catecholamine infusions, however, feedback through presynaptic P (facilitatory) and a2 (inhibitory) receptors may become evident (Brown et al., 1985) and greatly complicate the resultant haemodynamic response.
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Theoretical concerns, that antagonism ofP-receptor mediated vasodilatation might elevate blood pressure in sustained hypertension, were eventually refuted. However, Prichard & Ross (1966) demonstrated, in phaeochromocytoma patients pretreated with phenoxybenzamine, increases in lying and standing systolic and diastolic blood pressure lasting about 8 hours after single 80 mg doses of oral propranolol. Presumably, P-receptor mediated vasodilatation due to circulating adrenaline was antagonized, thus unmasking a-receptor mediated vasoconstriction leading to increased peripheral resistance and venoconstriction. Objective haemodynamic measurements in healthy volunteers (Van Herwaarden et al., 1977) and hypertensive patients (Johnsson, 1975) infused i.v. adrenaline were entirely consistent with this explanation, in that the pattern of responses was identical; the decreases in diastolic pressure and peripheral resistance giving way to increases after treatment with propranolol. However, after treatment with metoprolol (a selective antagonist less liable to block P-receptor mediated vasodilatation), the pattern of responses to adrenaline infusion was unchanged.
Other stimuli likely to involve sympathetic activation, such as isometric hand grip, brief periods of incremental and steady state exercise and cold exposure, entail increases in diastolic and systolic pressure except that with dynamic exercise only systolic pressure increased. The pattern of pressor responses was no different in the presence of selective or nonselective 1-blockade (Van Herwaarden et al., 1979; Morrison et al., 1982) . Thus, the latter were consistent with predominantly neurogenic (noradrenaline mediated) stimulation and widespread vasoconstriction. As vascular P-receptors (mainly P2) as opposed to a receptors (mainly a,), may not be innervated (Man in't'Veld et al., 1983) , the minimal P-receptor agonism from neurally released noradrenaline was unlikely to evoke clinically significant vasodilatation and the presence of selective versus nonselective P-blockade was probably irrelevant to the ensuing pressor responses.
It is thus possible to recognize two distinct patterns of sympathetically mediated acute pressor responses which appear to entail different pathophysiological processes and humoral transmitters and are evoked by different sets of stimuli (see Table I ). This classification must be regarded as tentative and over simplified, since the predominant pattern of haemodynamic response is often unclear. Sometimes both noradrenergic (neural) and adrenergic (humoral) processes seem to be involved with the pressor response (at different times or simultaneously, or under different circumstances), and occasionally neither may contribute significantly. Respective responses were assigned on physiological and pharmacological character-C.R. KUMANA (Semplicini et al., 1983) ; tsee Nyerberg et al. (1978) , trarely BP increases + (Prichard, 1984) . In labetolol responsive acute hypertension due to CNS lesions, e.g. tetanus (Prichard, 1984) , the role of adrenaline versus noradrenline remains unclear. BP = blood pressure; HR = heart rate.
istics rather than the presence or absence of elevated plasma adrenaline or noradrenaline concentrations. Thus, despite most phaeochromocytoma patients exhibiting higher concentrations of circulating noradrenaline than adrenaline (Bravo et al., 1979) , a more important component of the pressor response was attributed to adrenaline. This was because during typical hypertensive surges there are increases in systolic and decreases in diastolic pressure; the latter being converted to variable increases in the presence of nonselective P-blockade (Prichard & Ross, 1966) . Similarly, five-fold increases in plasma adrenaline (and noradrenaline) have been recorded during exercise (Galbo et al., 1975) ; and yet isometric exercise results in increased systolic and diastolic pressure (see Table I ). The latter observations, as well as the absence of any difference in the extent of systolic or diastolic blood pressure changes during nonselective and selective P-blockade, indicate that clinically significant amounts of circulating adrenaline are not involved. (Mann et al., 1982) . Another study utilizing automated blood pressure recording, also noted pressor responses during autostimulated sexual arousal in female volunteers (Riley & Riley, 1981) . Pretreatment ofthe latter with labetolol but not propranolol, was associated with a statistically significant reduction in pressor response.
Cigarette smoking too, may be consistent with predominantly neurogenic (noradrenaline mediated) stimulation; both systolic and diastolic pressures rise, and at least one study (Houben et al., 1981) (Lorimer et al., 1971) , whilst the surge in systolic pressure is blunted in the presence of propranolol (Dunn et al., 1978) .
The features of acute hypoglycaemia (palpitations, tremor, anxiety, hyperventilation) also resemble sympathetic activation. Indeed,, in healthy volunteers (Lloyd-Mostyn & Oram, 1975) and diabetics (Larger et al., 1979) insulin-induced hypoglycaemia produces a haemodynamic effect resembling adrenaline infusion, namely: rises in heart rate and systolic pressure and decreases in diastolic pressure; the diastolic decrements being converted to increments after propranolol (but much less so after metoprolol). After nonselective P-blockade, the mean change in the diastolic pressure response was small, but a few individuals displayed marked increases after propranolol. To protect the latter, it may be safer to avoid prescribing pure nonselective P-blockers in 'brittle' diabetics taking hypoglycaemic agents.
Beta-blocker -drug interactions and pressor response Intranasally instilled phenylephrine does not usually enter the circulation in amounts sufficient to raise blood pressure even when excessive doses are given in the presence of nasal congestion (Myers & Iazzetta, 1982) . Nevertheless, a small minority of individuals using phenylephrine eye drops (mydriatic) or nose drops (decongestant 'cold cures'), evidently manifest dangerous acute hypertension. A randomized, doubleblind, cross over study in hypertensive patients treated with propranolol and metoprolol (Myers, 1984) 
